Endotoxins from Gram-negative bacteria have been known to induce intoxications in numerous animal species,with considerable variations of toxic symptoms and species susceptibility.Rabbits are known to be the most susceptible among laboratory animals1) and as the toxic manifestations,dyspnea , diarrhea,hypothermia and late prostration appear2,3).The dyspneic response , the most characteristic one in this animal species has been shown to be mediated by an epinephrine discharge which is prone to occur in this animal species(FUKUDA3)).During the past two years' experiences in our laboratoryit has been noticed that there exists 'a marked seasonal variation in the endotoxin susceptibility in this animal,being increased in winter and the least in summer.The present report concerned with these . Relation of the thyroid gland activity to the toxic manifestations As the dyspneic response has been shown to be induced by massive epinephrine discharge in endotoxin intoxication(FUKUDA"),it might be expected that the marked tendency to dyspnea in winter is the result of intense epinephrine secretion and/or increased epinephrine susceptibility.As the cause of these the activation of thyroid glands in winter')was taken into consideration and the effects of thyroidectomy and thyroid medication were examined in autumn. The results were given in TABLE 2.One week after thyroidectomy the dyspneic response could no more be evoked.However,the diarrheic tendency was intensified and the depletion of the liver glycogen below 1000mg% occurred as usual3).On the other hand the thyroid medication markedly intensified the hyperglycemic response and the dyspnea.Thus it could be inferred that the marked dyspneic response in winter might be the result of activation of thyroid glands.However,the non-susceptibility in summer did not seem to be due solely to a hypothyroid state,since the diarrheic tendency and the depletion 
METHODS

DISCUSSION
Concerning the heightened susceptibility to endotoxin in winter it was shown that the activation of thyroid gland participated in enforcing the dyspneic response via epinephrine discharge",however,the depletion of the liver glycogen was independent of the thyroid activity.The latter which most probably induced by the disposal of endotoxin in the hepatic reticuloendothelial cells",might perhaps be intensified by the heightened hepatic metabolism in the second stage of cold adaptation",the maintenance of which seems to be independent of both thyroid and adrenal glands".The reverse might be the case in heat acclimatization.This state seemed to be characterized by the lowered glycogen content of the liver5).The supposition that the lessening of the liver glycogen depletion in summer might be the result of the lessening of the intoxication symptoms in this season would not be accepted,since as has been reported previously(FUKUDA9,the liver glycogen depletion together with the hypoglycemic deterioration are independent of the toxic manifestations, such as dyspnea and diarrhea.The latter resulting from the central autonomic disturbances in relation to the activation of the febrile mechanism could be sedated by antipyretics,leaving the liver glycogen depletion uninfluenced. Concerning the lessening of the toxic symptoms in summer,a central stabilization similar to the effect of antipyretics(FUKUDAn might be induced by the continued activation of the heat dissipating mechanisms.The macromolecular hematic syndrome,such as leucocytic response was also induced in summer as in winter,except that the magnitude was lessened by virtue of the neutropenic tendency.However,this did not seem to be related with the lessening of intoxication in summer and the full febrile response could also be evoked by non-toxic doses of endotoxin.At any rate,it is difficult to suppose that the trigger mechanisms for the induction of intoxication might be absent or weakened in summer. 
